drained. Following this a ten-day course of systemic emetine was given. February 1966: Discharged from hospital, healthy and well. April 1966: Hepato-scanning showed a normal liver outline with no evidence of any lesion. Chest X-ray normal.
Marberg & Czerniak (1964) demonstrated amoebic liver abscesses with the use of isotope hepato-scanning, using gold, 198Au, and said that there was little danger in this procedure.
Discussion
An unusual case of amoebic liver abscess was presented which finally ruptured to produce inferior vena cava obstruction. The diagnosis of liver amoebiasis is very difficult. Kean et al. (1956) point out that in 148 fatal cases of amxebiasis 61 % had amoebic liver abscesses and in half of the 61 % the abscess was missed before necropsy. Changes in the right dome of the diaphragm are important early evidence (Gallway 1946) . A negative history and negative physical examination are not uncommon. Khan et al. (1963) , in a study of 50 patients with amoebic abscesses of the liver, showed that only 28 % had active dysentery and only 42 % had a history of dysentery. While serological tests are not yet readily available, most authorities agree that if and when amoebic liver infection is thought to be present a therapeutic trial with emetine is worth while. Colonel J M Matheson said that those who had served overseas invariably kept in mind the possibility of amoebiasis in cases of ill health with vague abdominal disorder. In the UK in the last few years there had been a significant increase in the number of immigrants from countries where amoebiasis was endemic. An increasing number of people in the UK had also spent holidays abroad, especially in Mediterranean countries where a varying risk of amoebiasis existed. The significance of this was that a provocative emetine course should feature in the investigation phase of problem illnesses before the patient reached the stage of ill health when the physician considered him too weak to undertake this important provocative test.
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Meeting October 71966
Cases Mitral Incompetence Following Acute Cardiac Infarction Treated Surgically J P D Mounsey MD FRCP (Royal Postgraduate Medical School, London) Man, aged 61 This patient was admitted with a recent inferolateral myocardial infarct (Fig 1) to St Charles' Hospital on March 13, 1966 . At the end of the first week an apical pansystolic murmur with axillary propagation was noticed for the first time ( Fig 2) . He was in left ventricular failure, with marked pulmonary aedema ( Fig 3A) and a low systemic blood pressure. Signs of congestive right heart failure then developed. Treatment with digoxin and diuretics produced little improvement and he was transferred to the Acute Coronary Care Unit at Hammersmith Hospital on April 6.
A provisional diagnosis of acute cardiac infarction, followed by acute mitral incompetence from papillary muscle involvement had been made. Right heart catheterization, using a fine floating PE60 catheter, showed a raised pulmonary arterial pressure, the mean being 27 mmHg, and the right ventricular pressure 40/1 mmHg.
For the next two months intensive medical treatment with digitalis and diuretics was continued but, despite this, he remained in borderline pulmonary cedema and congestive failure, with a low blood pressure. However, the small size of his heart in the chest X-ray suggested that the pulmonary cedema was not primarily due to pump failure but reflected mitral valve dysfunction. This raised the possibility of surgical correction for mitral incompetence.
Full right heart catheterization now showed the pulmonary arterial pressure to have risen to 80 mmHg systolic, with a mean of 60 mmHg. In the pulmonary wedge tracing there was a 65 mmHg systolic wave with a sharp 'y' descent. The left ventricular end-diastolic pressure (measured subsequently) was only 20 mmHg. The cardiac output was 3-7 1./min. A left ventricular cineangiocardiogram was then performed after he had been put on intermittent positive pressure respiration for twenty-four hours to clear the pulmonary cedema. This showed gross mitral incompetence with a normally contracting left ventricle and relatively small expansile left atrium. A final diagnosis of acute inferolateral myocardial infarction A, 27.4.66. B, 28.8.66 . Gross pulmonary midema, clearing after successful operation with involvementofthe papillarymusclewas made, in a heart whose efficient contractile properties had not been seriously impaired. The intractable pulmonary oedema called for urgent surgical correction in spite of the recent infarct. On June 25, only fifteen weeks after the infarct, Mr W P Cleland performed a left thoracotomy on cardiopulmonary bypass. The posterior papillary muscle and its chordie were seen to be lax and were permitting mitral regurgitation at the posterior end of the commissure; there was no rupture of the chordce. Since repair of the valve was thought to be impossible, the valve was excised and a Hammersmith Mark III eccentrically opening monocusp flap valve was inserted. The left ventricle appeared to be contracting well and there was no evidence of cardiac aneurysm. The patient made an uninterrupted recovery with rapid and permanent clearing of pulmonary cedema (Fig 3B) . After a few days, artificial ventilation was discontinued. Since then his course has been one of slow but steady improvement; he requires an occasional diuretic, but is maintained on digoxin and anticoagulants.
Discussion
Since Burch et al. (1963) first suggested the possibility that infarction without actual rupture of a papillary muscle could be the cause of acute mitral incompetence, many examples of this condition have been reported (Raftery et al. 1966 ). It differs from mitral incompetence of chronic rheumatic heart disease in that the lesion is of relatively short duration, the heart is relatively small, and the myocardium relatively healthy. A number of cases have been successfully treated surgically (Selzer etal. 1965) .
Summary
Insertion of a mitral valve prosthesis is described in a patient who had been in intractable pulionary cedema for three-and-a-half months after a myocardial infarct involving the posterior papillary muscle causing acute mitral incompetence.
We believe this to be the first case of successful surgical treatment of acute mitral incompetence within fifteen weeks of the occurrence of an acute cardiac infarct (Fluck et al. 1966 ).
Mr W P Cleland (Brompton Hospital, London) said that prior to operation it had been imperative to decide whether this man's symptoms had been due to the mechanical effects of acute mitral incompetence or to the more sinister effects of muscle damage or perforation of the ventricular septum. The left ventricular angiogram had cleared these problems up beyond all doubt. Mr Cleland emphasized that all but the final preparations for operation had been mounted before the angiogram had been performed and that the patient had had a tracheostomy and artificial respiration for twenty-four hours before the angiogram. It was Mr Cleland's practice, when faced with a leaking mitral valve, to see whether it was possible to repair or patch up the existing valve to make it work satisfactorily. Only when this seemed impossible or impracticable did he resort to replacement with a mechanical prosthesis. In this particular instance, so much of each cusp had lost its moorings that repair seemed out of the question. There had been no alternative therefore, but to excise the valve and replace it with a Hammersmith Portex mitral prosthesis.
[Slides were shown to illustrate the technique of insertion.] Dr P G F Nixon (Charing Cross Hospital, London) said that most of the papers on mitral incompetence resulting from cardiac infarction had described a late systolic crescendo murmur, but Dr Mounsey's case, illustrated in the slides, and his own cases had pansystolic murmurs indistinguishable from chronic rheumatic mitral incompetence. In his small experience the recording of the apical impulse had been helpful in distinguishing between the two varieties of mitral incompetence, for it had shown a large rapid filling wave in rheumatic mitral disease, and a large 'a' wave in cardiac infarction. He would be grateful for Dr Mounsey's views on these comments.
Dr Mounsey, in reply, said that although the original description of the murmur heard in patients with mitral incompetence from papillary muscle dysfunction was of a late systolic crescendo murmur, further experience was showing that many different types of systolic murmur occurred in this syndrome. The timing and nature of the murmur probably depended on the exact nature of the lesion of the papillary muscle involved. Although, therefore, a late systolic crescendo murmur at the apex strongly suggested this diagnosis, a different timing of the murmur did not exclude it. An atrial sound or a third sound or both were often met afterg acute myocardial infarction, without complicating mitral incompetence. It seemed difficult, therefore, to use these sounds as evidence of the nature of mitral incompetence, whether of unrelated rheumatic origin or due to papillary muscle dysfunction. Dr Mounsey thought that the most reliable indication that the incompetence was due to papillary muscle infarction was the appearance de novo of an apical systolic murmur after acute myocardial infarction. Mild hypertension persisted after delivery, and an epigastric murmur, thought to indicate renal artery stenosis, was first heard at age 36. At this time an intravenous pyelogram was normal. The blood pressure rose to 180/120 mmHg, and she was therefore referred for further investigation. Her only symptoms were occasional headaches and palpitations. The only known family history of hypertension was that of toxaemia of pregnancy in two sisters.
On examination: The only abnormal sign apart from the raised blood pressure was a systolic murmur maximal just to the left of the mid-line above the umbilicus.
Investigations: Normal urine, blood urea, chest X-ray, electrocardiogram and IVP. An aortogram (Dr David Edwards) showed normal renal arteries and nephrograms. The coeliac axis failed to fill direct from the aorta. A large anastomotic vessel arose from the superior mesenteric artery and, after a tortuous course, ended as the gastroduodenal artery, filling retrogradely, and supplying the other branches of the coeliac axis
